In choosing a subject for address I 
to include an origin from cells displaced by pathological processes as well as by embryonic malformation. As a result of the stimulus provided by these theories, a vast amount of information has been gathered relating to the natural history of neoplastic diseases. The earlier views as to the origin of cancer were chiefly of a philosophic or speculative nature, and, in spite of the wealth of morphological detail and increased knowledge of the natural history of the disease, no real progress was made until the dawn of the experimental era.
The twentieth century has been remarkable above all for the triumph of the experimental method in almost every field of human thought.
Mere philosophic considerations and speculations are being laid aside in favour of attempts to put to Nature fundamental questions, and the answers obtained have to be tested and retested in the light of our new experience. It was therefore an event of the most far-reaching importance when Fibiger, of Kopenhagen, published (Leitch, 1922, 19*24; Passey, 1922) . It is a striking fact that, whereas gas-retort tar is usually actively carcinogenic, the activity varying with different samples, blast-furnace tar is said to be entirely devoid of such properties in the human subject (Koss, 1918) and also experimentally (Leitch, 1923) , though Berenblum (1930) has recently reported successful experimental results with this substance. Kennaway (1924) found that synthetically produced tar of relatively simple composition, e.tj., acetylene or isoprene tar, might be actively carcinogenic, and Leitch and Kennaway (1922) (Fig. 1) . The hypertrophy and hyperplasia of the epithelium produces the wrinkling already mentioned, and this culminates in the formation of actual papillomata (Fig. 2) (Fig. 6 ). This is not infrequently associated with the presence of papillomata in the main ducts of the nipple, and these may occasionally undergo malignant degeneration; it is more common, however, for cancer to follow the more diffuse changes in the smaller ducts, as described below. (Fig. 10) (Fig. 11) . Tn this wav the entire duct system from the nipple to the terminal secreting acini may be replaced by intraduct carcinoma while there is yet no trace of ordinary carcinoma in the breast. This mode of spread?intraepithelial growth?is of special importance in relation to the development of Paget's disease of the nipple, a condition produced by farther wandering of the neoplastic cells from the ducts into the squamous epithelium of the nipple and surrounding skin, as has been described by Muir (1927) .
A feature of special interest is that, while the disease may be spreading actively in one part of the breast, retrogressive changes may be in progress in the earlier sites of the disease.
Around some ducts the elastic hyperplasia may reach enormous proportions and the wall become greatly thickened; at the same time the neoplastic lining cells atrophy and may practically disappear, so that the lumen becomes narrowed or even obliterated bv an ingrowth of new connective tissue not unlike the process of obliterative endarteritis (Fig. 12) 
